There has been much controversy' in the genesis of the renal lesion in over the relative roles of crystal gout, where nephropathy was formerly deposition, vascular disease, and age common but is now extremely rare.2
renography measured 80% of isotopic uptake over the normal sized left kidney. Histological examination of a biopsy specimen from this kidney showed pronounced glomerulosclerosis, tubular atrophy and fibrosis, and round cell infiltration of the interstitium, but urate crystals were not identified. Despite good control of hypertension and hyperuricaemia the GFR gradually fell over the next two years when malignant hypertension and a rapid deterioration in renal function supervened and the patient has now been admitted to a programme of renal dialysis.
Metabolic studies were performed on the patient's siblings and her close maternal relatives; the paternal relatives were not available for study. Subjects were questioned for a history of gout and resting blood pressure was measured. Serum concentrations and 24-hour urinary excretion of urate were measured by a uricase method on samples taken from subjects receiving a low purine diet. GFR was determined by EDTA clearance. The family tree is shown.
Of the 20 subjects studied, GFR ,umol/l (3.9 mg/100 ml) and plasma urate disproportionately high at 1-13 mmolI (9 mg/100 ml). However, ratio of urine uric acid to creatinine (mmol/mmol) was 1- 
